. Acute renal failure, presumably due to the release of myoglobin from the necrosed muscle cells, has been reported in such a case by Loughridge, Leader & Bowen (1958) . The The diagnosis of acute renal failure was made on the basis of continuing severe oliguria (urine volume <300 ml/day), a blood urea of 180 mg/ 100 ml and a urinary urea concentration of 800 mg/100 ml. The usual conservative regime for acute renal failure was established, but despite severe fluid restriction the patient developed gross oedema of both legs and feet about 5 days after admission. This feature, together with the marked tenderness of the leg muscles, and the fact that the brown pigment disappeared very quickly from the serum despite severe renal impairment raised the possibility that this was a case of muscle necrosis and that the pigment was myoglobin, which has a much higher renal clearance than haemoglobin (Bailie, 1964 
Histology
Biopsy specimens were obtained from soleus, flexor digitorum longus, lexor hallucis longus and tibialis posterior on the right, and from the left soleus. These were sectioned and stained with haematoxylin and eosin, haematoxylin and van Gieson's fluid, phosphotungstic acid haematoxylin and by Masson's trichrome method.
1. Soleus. The most striking abnormality was the great variation in fibre diameter, many of the larger fibres containing central nuclei (Fig. 1) a few showed obvious degenerative changes with coarse vacuolation or intense eosinophilia with loss of cross striations. Occasional fragmented fibres were undergoing active phagocytosis (Fig.  2) . The great majority of sarcolemmal nuclei were of normal appearance. However, occasional nuclei related to small fibres, some of which were intensely basophilic (Fig. 3) , and nuclei in the numerous abortive multi-nucleated buds throughout the muscle were large and contained prominent nucleoli. There were only short chains of sarcolemmal nuclei. In (Fig. 4 ). There were numerous residual muscle fibres throughout the fibrous tissue, showing degenerative changes similar to those in soleus. There was no evidence of a frank infarct. The fibrous tissue was locally infiltrated with lymphocytes and occasional plasma cells (Fig. 5) The clinical problems presented by this patient concerned the diagnosis and treatment of the ischaemic muscle lesion. After the apnoea and hypotension had been dealt with, her recovery of consciousness was rapid. The appearance of dark brown urine and increasingly severe oliguria in a patient who has ingested an overdose of drugs will naturally lead to a suspicion that intravascular haemolysis has occurred. As simple chemical tests of the urinary pigment may not differentiate between haemoglobin and myoglobin, absorption spectrophotometry should be carried out. Rapid disappearance of the pigment from the serum despite oliguria suggests the correct diagnosis; haemoglobin, with a much lower renal clearance than myoglobin, will persist much longer in the serum. Clinically, the appearance of swollen, tender muscles may suggest the diagnosis. but in our case these were not obvious for 2-3 days after the acute incident.
Acute renal failure of moderately severe degree followed rapidly on the episode of myoglobinuria, due presumably to the known toxic effect of myoglobin on the tubules (Tavill et al., 1964) . It is conceivable that the episode of hypotension after drug ingestion was also a contributory factor, but a good urine flow was maintained by forced diuresis for 12 hr after correction of hypotension. It seems most likely that myoglobinuria wasp the main cause of the acute tubular necrosis. Loughridge et al. (1958) recorded a similar, but fatal, case, and the present patient is the first such case recorded with survival; her renal function is apparently now completely normal.
The clinical appearances of the ischaemic lesion are of mixed muscle and nerve damage (Howse & Seddon, 1966 
